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Supplementary Figure S1: Overexpression of USP19 does not increase G392E neuroserpin secretion. 
HEK-293 cells overexpressing G392E-mutant neuroserpin were transiently transfected with a construct encoding mCitrine-
USP19. After overnight incubation, cell extracts (cell) and culture media (medium) were collected and analyzed by non-
denaturing PAGE followed by western blot using an anti-neuroserpin antibody. Beta-actin was used as loading control. In 
parallel, the same samples were subjected to SDS-PAGE and western blot analysis with anti-GFP antibody to assess the 
efficiency of mCitrine-USP19 transfection (bottom panel, USP19). The bar graph shows densitometric quantification of 
neuroserpin signal. Intensity revealed unchanged distribution of G392E-mutant neuroserpin in cells overexpressing 
mCitrine-USP19, implying that MAPS is not involved in secretion of mutant neuroserpin. Three independent experiments 








Supplementary Figure S2: Immunohistochemical stainings of neuroserpin, the pre-synaptic marker synaptophy-
sin and the post-synaptic marker PSD-95 in the CA1 region of the hippocampus of transgenic mice overexpressing 
wild-type or S49P-Syracuse mutant neuroserpin. 
Mice aged 45 (A) and 80 weeks (B) were analyzed. In C, as a negative control, sections from an 80 weeks old mouse were 









Supplementary Figure S3: Full-length blots. 
Shown are the full-length blots depicted in Figure 1a, 1b, 2a, 2b, 3b and 5 before cropping. After blotting, the membranes 
of Figure 5 were cut in two pieces (s. red line), the upper part was probed with antibodies against PSD-95 or synapsin-I, 






Supplementary Table S1: Lack of cell and synaptic toxicity of G392E-mutant neuroserpin in primary hippocampal 
neurons. 
Data obtained from treatments of primary hippocampal neurons with either human recombinant neuroserpin or by co-
culture with HEK-293 cells overexpressing neuroserpin. Neuronal toxicity was analyzed by LDH activity in the culture 
medium and caspase 3 activation. For analysis of synaptic toxicity (density and area of synaptic puncta) value for the 
negative control was set to 1. 
